This picture of the disease in London was much the same as that seen in Hull (Jamieson 1956 ), Manchester (Mann et al. 1952 ) and other conurbations. Nevertheless the death rate from infantile enteritis was falling rapidly. The reason for this fall included many factors (Taylor 1954) , not the least important of which was early fluid replacement based on an increasing knowledge of the electrolyte balance and the necessity for its control by the use of suitable parenteral fluids.
Microbiology
Many bacteria have been cited as the cause of infantile diarrhoea. Having looked up the old literature, I believe that the old 'summer diarrhoea' was certainly related to infection with proteus and that it was probable that Proteus morganii played an important role. Nevertheless, from 1947 onwards this organism has not been implicated in the many studies published. It may well be that now it is not important or that other factors, including a safe milk supply, mean that the baby is no longer exposed to this infection. Pseudomonas, streptococci, staphylococci and Shigella sonnei have all been held responsible and from a study of the literature it would appear that from time to time, though rarely, they may cause the occasional outbreak. Nevertheless, it is certain that these organisms are not important causes of infantile diarrhoea in the UK at the present time.
It is necessary to discuss viruses, a group which is commonly accused by both bacteriologists and clinicians of causing outbreaks of this disease; but virologists do not support this view. In many studies search has been made for a virological agent, but never so far has one been isolated as a cause of an outbreak of infantile diarrhoea.
This cloak for ignorance should be abandoned for, from the early days in 1947 to the present day, using modem methods of isolation and investigation, no one in any part of the world has yet produced good evidence of viral etiology. (Bray 1945) . Further studies in the UK supported this work, the same serotype being isolated from outbreaks in paediatric and maternity hospitals, residential and day nurseries, rest centres for the homeless, and babies in their homes. Later, other serotypes of E. coli were identified as causal agents and it is probable that new ones will continue to be found.
Pathology
The disease is due to the colonization of the small gut by enteropathogenic E. coli (EEC) which means that, during the incubation period, organisms are multiplying in this area. During this period the causal organism can be isolated from the fieces for about 4-7 days, sometimes longer, before the onset of the symptoms. With the onset of diarrhoea the organism is present in pure culture in the faces but, with recovery, the organism gradually disappears, though some babies remain carriers for long periods.
Many studies have shown that EEC types can be isolated from healthy babies in the community (Thomson et al. 1956 ). But recent experimental work on rabbits suggests that the diseaseproducing strains may produce a toxic factor whereas others of the same serotype may fail to do so (Taylor et al. 1961 ).
Epidemiology
In order to understand the present situation it is necessary to know-something of what happened in earlier years when the importance of EEC began to be understood. About 1947 a study of infantile enteritis was made in Aberdeen (Giles et al. 1949) in which E. coli 01 1 (Aberdeen a) was the main cause: 207 babies had infectious enteritis of which 105 died (50-6 %). To enlarge on this, the death rate was 44-4% among those who contracted the infection at home and 58-9 % among those who contracted the infection in institutions; the cross-infection rate was 58-9 %. Another study of outbreaks in different types of institution recorded a death rate from 70% in some to nil in others (Taylor et al. 1949) There were no deaths frequent stools during the preceding week and had also developed bronchiolitis (Hughes et al. 1968) . Eight other babies in the ward suffering from respiratory infection developed diarrhoea and from all 9 a common EEC was identified, E. coli 091, a type which had not previously been identified as the cause of an outbreak in this country. Of the 9 babies infected, 6 were severely ill and required intravenous fluids. One premature baby died.
Early in 1968 I received between 40 and 50 strains of E. coli from a number of laboratories in the Tees-side area. Many different serotypes were identified but, although about four of these were known to be capable of causing infantile diarrhoea, it was soon obvious that the outbreak types were 0119 and 0128. Although these were the most important types, even here the picture was not clear as there were two different flagellar types 0128 K57 H12 and 0128 K57 H2. Some babies were infected with both 0119 and 0128, which is a clear indication of cross-infection. It appears that, towards the end of October 1967, an outbreak of E. coli 0119 enteritis occurred in a special care baby unit which was then closed. Outbreaks also occurred in hospitals in Stockton and Middlesbrough, which were mainly due to E. coli 0128 and continued until the New Year. It is known that, of 30 infants infected, 13 died, all of whom were either premature or had congenital abnormalities (Lancet 1968) . Another point is that, of the babies infected with 0128, enteritis was the main cause of death in 11 and only 2 of these babies were normal infants (British Medical Journal 1968) . A number of different hospitals admitted infected babies and, as would be expected, cross-infection occurred both within and between hospitals. This outbreak received a great deal of publicity in the press, possibly due to the long interval when no such outbreaks had occurred. babies were found to be infected with 0119, many of whom were severely ill. In this outbreak the source, the maternity hospital, was detected rapidly as all patients were admitted to one infectious diseases hospital or were in the general hospital and control measures were rapidly instituted. of baby who died; the majority were suffering from serious congenital malformations or other conditions including prematurity, all of which increase the probability of a fatal outcome. In other words, outbreaks of infantile enteritis still occur but very rarely does a normal baby die.
It has been suggested that enteropathogenic E. coli infection became less virulent during the 1950s and that its virulence increased again in 1967. This may be true, although it is impossible to prove, but it is also possible that many doctors now in practice have no experience of the serious disease which was all too common twenty years ago. Of the five recent outbreaks described four were thought at first to be of viral origin and time was wasted in the search for viruses. Much work has been done on the viral etiology of diarrhoea but I state dogmatically that in none of these five outbreaks should a virus causation have been considered, since (a) babies were severely ill with diarrhoea resulting in dehydration, and (b) all adult contacts remained free from diarrhoea.
This general picture is pathognomonic of E. coli enteritis in babies and should not be confused with enteritis due to other causes. Salmonella outbreaks in babies may cause an equally severe disease but adults, nurses and mothers are always affected.
Little is known about virus outbreaks in babies. I am told that no virus has yet been shown to have caused an outbreak of severe infantile enteritis. It is possible that mild outbreaks may be caused by viruses and other agents but the word 'virus' should not be used as a cover for 'cause unknown'. In outbreaks of unknown etiology adults are rarely affected and the disease in infants is mild.
The Winchester, Taunton and Leeds outbreaks were quickly recognized as such and the causal organisms identified. This resulted in preventive measures being taken very early, so stopping the spread of infection. Taunton and Winchester are small towns and in each case only one institution was involved. These were simple episodes, easy to control.
The Leeds outbreak was more complicated as two hospitals in Wakefield and one in Leeds were involved; luckily the outbreak was quickly recognized because cases occurred over a 12-day period and all were admitted to a single hospital for infectious diseases.
The Tees-side and Manchester outbreaks were very different; the onsets were insidious and the outbreaks remained unrecognized in the early days as they affected many hospitals over a wide area. The longer the outbreak goes on and the more babies involved, the greater the weight of environmental contamination and chance of spread. It is known that in these outbreaks cross-infection occurred within wards, between wards and between hospitals. It is also believed that infection was occurring in the community.
Both these outbreaks received a lot of publicity in the local and national newspapers, something which never occurred previously in spite of the much more serious situation in the past. This publicity did a great deal more harm than good for it certainly created an atmosphere of panic, took up a lot of time and led to a situation in which many facts were obscured or not investigated. On the other hand, some good may have come from the publicity as this resulted in every hospital, as well as the general public, knowing that an outbreak was in progress. On the other hand, little publicity was given to the fact that many of the babies who died probably had at the best a short expectation of life. 
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